Cystoid macular oedema is now a commonly recognized complication after cataract extraction. Irvine (I953) described a syndrome of spontaneous rupture of the anterior hyaloid face with vitreous adhesions to the wound, irritability of the eye, and reduction of vision secondary to macular changes. Gass and Norton (I966) correlated the typical ophthalmoscopic appearance of dilated spaces in the central macula with late pooling of fluorescein dye in these spaces after intravenous injection. Gass and Norton (I969) (Gehring, I968; Maumenee and Meredith, 1974) . Irvine, Bresky, Crowder, Forster, Hunter, and Kulvin (I97i) reported on ioo aphakic patients who had angiograms 4 to I6 weeks after cataract extraction. Forty per cent of the angiograms showed dye leakage in the macula with a maximum incidence six to eight weeks postoperatively. When repeat angiograms were available at the twentieth week postoperatively, two-thirds of the patients initially demonstrating leakage had reverted to normal. Two subsequent studies (Hitchings, Chisholm, and Bird, 1975; Hitchings and Chisholm, I975) demonstrated an approximately 50 per cent incidence of fluorescein leakage from perifoveal capillaries six weeks postoperatively.
The present prospective study was undertaken to investigate further the incidence and time course of perifoveal capillary leakage after cataract surgery. Factors associated with the presence of leakage were also investigated. (Fig. 3a) . At six weeks, all five eyes not obtaining acuity of 20/40 or better had shown leakage in the two-week angiogram (Fig. 3b) A study (Klein and Yannuzzi, I976) which noted only classic 'cystoid oedema of the macula' found a small percentage (5 per cent) of positive angiograms in the first week. Most of our cases demonstrated only mild degrees of perifoveal leakage in the early angiograms. Some of these progressed to demonstrate the more advanced changes of dilated cystic spaces in the macula on the six-week angiograms, while in others the amount of leakage remained the same or decreased.
Vascular disease in the form of hypertension, arteriosclerosis, and diabetes mellitus was shown to be a significant factor associated with altered capillary permeability in the early postoperative period. This implies that pre-existing disease of small vessels renders them more susceptible to develop leakage after cataract extraction, although leakage from these vessels before lens extraction cannot be ruled out.
The firm association of leakage with the factors of vascular disease and age, coupled with the negative correlations with operative and postoperative complications, inflammation, and intraocular pressure suggest that constitutional factors are important in precipitating abnormal vascular permeability during the early postoperative period. The identical angiographic behaviour of both eyes in each of the six patients studied bilaterally further supports this conclusion.
Perifoveal capillary leakage is compatible with 20/20 acuity. However, all five patients in this series who were not correctible to 20/40 six weeks postoperatively had had leakage demonstrable by the second postoperative week. If the criteria of reduction of vision and fluorescein dye leakage from perifoveal capillaries after cataract extraction are used to define the Irvine-Gass syndrome, then the present series demonstrates an approximately i o per cent incidence.
While our data indicate that age and vascular disease are important factors in altered permeability of perifoveal capillaries in the early postoperative period, we are unable to identify precisely the cause of persistent dye leakage and decreased visual acuity. Gass and Norton (I969) (Gass and Norton, I969; Tolentino and Schepens, I965) . Vitreous inflammation, particularly the presence of cells in the posterior vitreous, has been considered important (Gass and Norton, I969) . In histopathologically studied cases, inflammatory changes of cyclitis, vitritis, and retinal phlebitis have been noted (Michels, Green, and Maumenee, 1971; Norton, Brown, Carlson, Pilger, and Riffenburgh, I975; Martin, Green, and Martin, personal communication) . These findings of widespread intraocular inflammation seemingly complement the clinical indications of the importance of vascular factors in the development of this syndrome.
Once leakage is established, it is possible that its persistence in a degree sufficient to cause decreased visual acuity is promoted by inflammation and/or irido-vitreal abnormalities. This possibility is illustrated in one of our 
